In chronic renal failure we found central hypothyroidism (J Pediatric 1991; 118: 873) . so we attempted to study thyroid hormone leveles. TSH/TRH response and the circadian TSH pattern in 9 children (9-16 years old) after renal transplantation (Tx). before and a year after substitution of methylprednisione (MP) with D. D is an oxazoline compound derived from prednisolone with similar antiinflammatory actions but fewer side effects. Renal fuction remained stable. Mean concentrations of T3 (2.3 + 0.3 vs 2.3 + 0.4 nmol/L). total T4 (112 + 26 vs 110 + 19 nmol/L) and basal TSH (3.4 2 0.8 vs 2.8 0.9 mU/L) were normal; mean free T4 (13.4 + 3.5 vs 14.2 + 2.4 pmol/L) was low (pc0.01). Five patients on MP and 5 on D had deficient TSH increment to TRH; 3 out of patients on MP and 1 out of 5 on D had a nocturnal TSH surge below the normal range (47% -300%). range 1/100 to 1/6400. 6/7 pts with CLT cytology had M i * and 4/7 T g W . 9/11 pts (10 with normal cytology and 1 A. Goiter) had MiAb ranged 11400 -l/l02.400 and in 6/11 had TgAb ranged 11100-1/6400. Less serological expression were seen in CLT (were) the prevalence of intrathyroid T-Cells and other sings of cellular aggression (Part I) woild suggest mainly a cellular immune reaction. i) Higher titers of both Ab were found in GD. Together with the prevalence of B lymphocytes among the infiltrating cells (Part I) would sustain mainly a humoral mechanism of autoimmunity. 3) Normal cytology in GD along with high titers of Ab would suggest antigen presentation in lymphoid organs (ei.nodes) but not within the thyroid itself. Thyroid gland would be a "passive captive" of specific events of the whole immune system. as VolDe has suaaested. Among the cause of male pseudohermafroditism(MPH),disorders of testicular function. which include enzymatic defects in the testosterone (T)biosynthesis, have been demonstrated. In a 8 1/2 years old patient with MPH (MG, 46 XY). with ambiguous genitalia and raised as a female, plasmatic levels of the following steroids were determined: Pregnenolone (P5). Progesterone (P4). Androstenedione (0 4). 17dhydroxyprogesterone (17oCOHP4) and T. Values were found in the normal prepubertal range. Lack of response to acute hCG stimulation for these steroids was observed. After gonadectomy. Leydig cell mesenchymal precursors were isolated as previously described (Biol.Reprod.46:793. 1992 ).Cells were cultured for 6 days and T,P5.P4 170HP4. 0 4 and dehydroepiandrosterone (DHA) levels were determined by RIA in the c u l t u~ medium. Results were compared with those found in two other patients (PM, VT) bearing the androgen insensitivity syndrome.Levels of T (pg/h/ugDNA) were as follows. MG:0.3S9.06.
PM:101+10 and VT: 141+15. Similar results in FSH or hCG stimulated cultures were obtained. The overall steroid production in the three patients was: MG: 108. PM; 184 and VT: 319 (pg/h/ugDNA) . A marked modification of T/ 0 4 relationship was observed in MG (MG: 0.03. PM: 64 and VT: 3.97). These results suggest that MG male pseudohermafroditism is due to 17p hydroxysteroid dehydrogenase deficiency.This deficiency could not be demonstrated at the peripheral level but it was evident in Leydig cell mesenchymal precursors in culture.
